Posttraumatic stress disorder (PTSD) -a debilitating disorder characterized by severe deficits in emotion regulation -is prevalent among U.S. military veterans. Research into the pathophysiology of PTSD has focused primarily on emotional reactivity, showing evidence of heightened neural response during negative affect provocation. By comparison, studies of brain functioning during the voluntary regulation of negative affect are limited. In the current study, combat-exposed U.S. military veterans with (n ¼25) and without (n ¼25) PTSD performed an emotion regulation task during electroencephalographic (EEG) recording. The late positive potential (LPP) was used as a measure of sustained attention toward, and processing of, negative and neutral pictures, and was scored prior to and after instructions to either maintain or down-regulate emotional response using the strategy of cognitive reappraisal. Results showed that groups did not differ in picture-elicited LPP amplitude either prior to or during cognitive reappraisal; reappraisal reduced the LPP in both groups over time. Time-dependent increases in LPP amplitude as a function of emotional reactivity maintenance were evident in the non-PTSD group only. This latter finding may signal PTSD-related deficits in sustained engagement with emotion-processing over the course of several seconds.
Introduction
Lifetime prevalence of posttraumatic stress disorder (PTSD) is approximately 7% among U.S. adults, but the disorder is far more common among U.S. military veterans. Some estimates indicate that up to 13% of veterans meet PTSD diagnostic criteria in the months that follow combat deployment (Castro, 2014) , making the disorder one of the most common injuries suffered by U.S. veterans returning from overseas (Thomas et al., 2010) . PTSD is characterized by symptom heterogeneity, including reoccurrence of trauma memories, emotional withdrawal, alterations in arousal and emotional reactivity, and persistent negative changes in cognition and mood (American Psychiatric Association, 2013) . In spite of PTSD's varied presentation, recent meta-analyses and review papers endorse emotion dysregulation as a core feature of the disorder (Etkin and Wager, 2007; Frewen and Lanius, 2006 ). In addition, clinical studies have found that self-reported deficiency in emotion regulation in PTSD is predictive of increased symptom severity (Badour and Feldner, 2013; Boden et al., 2012) and inferior social functioning (Klemanski et al., 2012) . Together, this research suggests that the study of emotion dysregulation may be central in understanding PTSD; however more information is needed on the biological mechanisms that support this aspect of the disorder.
Much of the neuroimaging work in PTSD to-date has sought to determine whether individuals with PTSD exhibit heightened neural activation in response to aversive stimuli (Bryant et al., 2008; El Khoury-Malhame et al., 2011; Felmingham et al., 2010; Hayes et al., 2012; Hendler et al., 2003; Morey et al., 2009; Protopopescu et al., 2005; Rauch et al., 2006; Shin and Liberzon, 2010 
